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Filling cathetery Balloon Figure 5A and B. Trigonal curtain anomaly membrane with a short transverse attachment to the trigone. The free edge was longer than the fixed edge so that it encroached on the bladder outlet and caused interrupted voiding.
If the cystogram is compared with the diagram of this trigonal curtain anomaly ( Figure 5 ) a mucosal fold is evident, as previously described (Laughlin et a!. 1952) . The position of the fold may also explain why reflux occurs during catheter filling but not during micturition. As can be seen from Figure 5 , the tip of the catheter is lying beneath the mucosal fold, and is therefore juxtaposed to the lower left ureteric orifice, making reflux inevitable on catheter filling. However, when the catheter was removed the mucosa descended and occluded the lower left ureteric orifice, protecting the upper moiety of the left kidney from any effects of reflux and ascending infection. It is possible that resection or even incision of the trigonal curtain in this case would restore physiological function and remove the need for ureteric reimplantation. Roche (1952) described a case of hour-glass bladder which presented with urinary retention. The constricting ring was actually formed by a transverse interureteric fold, very similar to the appearance of the septum in this case. Embrological explanations for the development of hour-glass bladder are unsatisfactory (Nesbitt & Bromme 1933 , Edwards 1933 and it seems most likely that frontal septa, trigonal curtains and hour-glass bladder are expressions of the same pattern of maldevelopment. Possibly, as suggested by Abrahamson (1961) , these abnormalities are due to an aberrant urorectal septum or persistence of the fused portion of the urogenital sinus and mesonephric ducts. London Hospital, London El JBB Reports both well documented and apocryphal exist of giant meningiomas which have very large extracranial components; they are, nevertheless, rare, as presumably the reactive hyperostosis alerts the patient to seek medical advice at an early stage. We report a case of a giant meningioma with extracranial extension, which is exceptional in that it arose from the outer layer of Plain skutl X-ray shows a lytic area centred over the lambda the dura and did not compress the brain, a condition apparently not previously described in the literature.
Case report
A 69-year-old woman presented with a lump on the back of her head, which had been present for over twenty years. It had steadily enlarged, but its rate of growth had accelerated over the six-month period prior to admission. The mass had been of no trouble to the patient, until it had bled on one occasion and started to become itchy (Figure 1) .
Physical examination revealed a mass 18 x 14 cm which arose from the occiput and had a firm consistency. It had superficial ulceration and adjacent areas of telangiectasia. Plain X-rays of the skull demonstrated a soft tissue mass with an underlying lytic area in the calvarium (Figure 2 ). CT scanning showed that there was no intracranial extension of the mass (Figure 3 ). Cerebral angiography was performed, but was unhelpful in establishing the preoperative diagnosis.
At operation, viable scalp was incised around the base of the mass and the periosteum and scalp retracted. The tumour was seen protruding through the bone, and a circular bone flap was fashioned around it, thus allowing the tumour and bone to be removed in one piece with the outer layer of the dura mater. The inner layer of the dura was not involved and there was no compression of the underlying brain. A 'visor' flap was used to close the defect. At a later date, an acrylic cranioplasty was performed. The patient has made a full and uneventful recovery.
Histologically the tumour was meningioma with mixed angioblastic and meningotheliomatous characteristics. There were no cytological features of malignancy.
Discussion
Meningiomas are the commonest benign intracranial tumours, and account for some 13-18% of all primary brain tumours and approximately 25% of intraspinal tumours (Rubinstein 1972) . They arise from the meninges of the brain and spinal cord, their histogenesis being from a specialized cell, the meningocyte. This is said to be present in the arachnoid layer of the meninges, the cells being congregated at the tips of the arachnoid granulations forming the so-called 'arachnoid tip cells' (Lopez et al. 1974) . Their proclivity to produce reactive hyperostosis of the skull is well known (Burger & Vogel 1976) , as is their tendency to invade bone. Whilst 'such invasion is common, it does not necessarily indicate malignant potential; in many hyperostotic lesions arising in association with these tumours, Figure 3 . CT scan showing a large extracranial tumour of varying radiodensity. There is no obvious compression of the brain invasion of bone can be shown, but infiltration is not a necessary prerequisite for this phenomenon. The very proximity of the tumour to the skull can be accompanied by exuberant bone proliferation (Burger & Vogel 1976) .
Large hyperostosing meningiomas have been recognized since ancient times and are mentioned in scientific literature of the eighteenth century (Cushing & Eisenhardt 1938) . Before effective surgical treatment became available, such lesions were fatal, death being due either to sepsis secondary to ulceration or to massive haemorrhage (Cech et al. 1982) .
The majority of these tumours represent the extension of an intracranial meningioma to the skin (Siegel & Anderson 1966 , Lopez et al. 1974 . They are thought to arise from transdiploic spread of cells which in turn emerge at the calvarial foramina or sutures (Rao et al. 1971 , Cech et al. 1982 .
The very rare primary cutaneous meningiomas which occur in the cutis or subcutis of the scalp, face, or in the paravertebral region are congenital, and are thought to be due to the displacement of arachnoid cap cells during development; they must be regarded as being quite distinct from those extracranial meningiomas which represent outward extension of an intracranial mass (Lopez et al. 1974) .
The tumour described in the present case seems to fit somewhere between the two categories and its precise histogenesis is conjectural. It is also interesting to note that plexiform neurofibromas have a predilection to grow at the site of the lambda (Joffe 1965).
